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Massive ascites due to chronic pancreatitis is rare but well described. A case is reported in which these occurred in a youngman, with an associated hypercoagulablestate which resulted in a fatal pulmonary embolus.
Case report
A 23-year-old male bus driver presented with a right axillary vein thrombosis with no history of trauma or unusual effort. He gave a history of a recent weight loss of 7 kg, associated with several episodes of upper abdominal pain and vomiting, the most recent of which had been treated with oral cimetidine. Two weeks before the axillary thrombosis he had a minor haemoptysis, for which he was given oral ampicillin. The patient was an ex-smoker and consumed three pints of lager daily.
Apart from the axillary thrombosis, general examination was normal. Blood picture and liver function tests were normal, but a chest radiograph revealed a small opacity at the left lung base. Radioisotope lung scan showed bilateral symmetrical defects at each lung base, suggestive of infarction.
He was treated by elevation of the arm and anticoagulation with a continuous intravenous infusion of heparin. The arm swelling rapidly settled and no further symptoms developed, so after ten days of heparin he was discharged on no anticoagulant therapy to return as an outpatient for coagulation and platelet studies. However, when examined two weeks later he complained of a recurrence of his abdominal pain, abdominal swelling and the passage of loose pale stools. He was found on examination to have gross ascites. Provisional diagnoses were intra-abdominal malignancy or hepatic vein thrombosis.
Coagulation studies revealed a shortened kaolin cephalin clotting time (KCCT) (36seconds, control 42),and platelet aggregometryshowed spontaneous platelet aggregation. Prothrombin and thrombin times were normal. Fibrin degradation products were slightly elevated at 32 mgjl (normal <8 mg/l, Thrombo Wellcotest), but there was no decrease in fibrinogen (4.07gil, normal 2-4 gil, clot weight method), The patient was given subcutaneous heparin 5000 units eight-hourly, and oral aspirin 300 mg daily, which brought the KCCT into the normal range and abolished both spontaneous and secondary platelet aggregation.
A sample of ascitic fluid was high in protein (4 gjdl) but did not contain malignant cells. Radioisotope liver and spleen scan showed slight nonspecific enlargement of both organs, while abdominal ultrasound showed no definite pancreatic enlargement. Liver and bone marrow biopsies were performed, followed by hepatic venography via the right femoral vein. These procedures were carried out on the same day and subcutaneous heparin therapy suspended until they were completed. Liver biopsy showed nonspecific fatty change and hepatic venography excluded hepatic venous occlusion. Bone marrow aspiration showed nonspecific reactive changes only.
In view of the possibility of lymphoma or pancreatic disease, a laparotomy was planned to establish the diagnosis. However, on the day following the hepatic venography, liver biopsy and marrow aspiration, the patient suddenly collapsed and died. Autopsy revealed a massive embolus lodged in the right ventricle and pulmonary trunk, which appeared to have originated from the left iliac veins. In addition, there were two old small pulmonary infarcts, one in each lung base. Severe chronic pancreatitis was present, with gross ascites. There were no biliary calculi and the ampulla of Vater appeared normal. No other pathology was found.
Discussion
Chronic pancreatitis with ascites is well recognized, though rare in young adults, and is normally found in association with alcohol abuse (Cameron 1978 ,Castles & Terblanche 1978 . In this patient, with no biliary pathology or history of trauma, alcohol seemed the most likely aetiology despite his apparently modest intake.
An internal pancreatic fistula from the main pancreatic duct is the likely cause of the ascites (Cameron et al. 1976) , forming, in effect, a 'pseudocyst' of the greater sac of peritoneum. Characteristically, the ascitic fluid is high in amylase and protein, distinguishing it from the ascites ofliver cirrhosis (Cameron 1978) . Had the ascitic amylase been assayed in our patient, it would have suggested the diagnosis.
Disorders of coagulation have frequently been reported in acute pancreatitis, ranging from a hypercoagulable state to a hypocoagulable state with disseminated intravascular coagulation (Murphy et al. 1977 , Ranson et al. 1977 . However, although there have been reports of localized portal vein thrombosis in association with chronic pancreatitis (McElroy & Christiansen 1972 , Mielke et al. 1973 ,we cannot find any other reported cases of an associated generalized hypercoagulable state.
Treatment of pancreatic ascites is often successful with nonoperative measures aimed at inhibition of pancreatic secretion, nutritional support and aspiration of the accumulated fluid (Castles & Terbla~che 1978 , Cameron 1978 . The associated hypercoagulable state in this patient was puzzling: subcutaneous heparin and oral aspirin corrected the laboratory coagulation and platelet abnormalities but did not prevent further fatal thrombosis. Full intravenous heparinization might have done so.
